Introduction
she was transferred to a transplant unit because of a significant further rise in her liver enzymes, but hepatic function improved subsequently. She developed oliguSince the first reports of paracetamol overdose, acute ria and on the 3rd day after intoxication her serum renal failure has often been noted as a complication creatinine had risen from 1.0 to 1.3 mg/dl and increased of fulminant hepatic failure [1] . A similar frequency further thereafter ( Table 1) . Urinary sodium was of renal impairment in paracetamol intoxications and >100 mmol/l and the urine to plasma creatinine ratio other causes of acute liver damage suggested that this <10. Her plasma phosphate concentration fell to a association is not due to a specific nephrotoxic effect minimum of 0.1 mmol/l on day 5. She was dialysed of paracetamol [2] . Subsequently, however, retrospectthrice before her renal function recovered gradually. ive analysis of two large patient series revealed that approximately 1% of patients admitted after paracetamol overdose develop acute renal failure in the absence of fulminant liver damage [3, 4] . In addition, Discussion single cases were reported in whom renal failure occurred in the absence of any clinical or biochemical Paracetamol overdose is thought to cause renal tubular evidence of liver damage [4, 5] .
damage through similar mechanisms that effect liver Hypophosphataemia is another recognized feature cells. These mechanisms include the generation of of paracetamol poisoning. Its incidence and severity highly reactive arylating metabolites in situ which can correlate with the extent of hepatic damage, but it was be trapped by reduced glutathione and become toxic also found in the absence of clinical or biochemical only after depletion of glutathione stores [7] . Urine evidence of liver toxicity [6 ] . Jones et al. [6 ] concluded, biochemistry in the reported case is in accordance with from a significant correlation between the serum phos-acute tubular necrosis rather than prerenal or hepatorphate concentration and renal phosphate threshold enal failure [8] . Others have reported that renal failure concentration, that the hypophosphataemia associated is most evident 1 week after paracetamol ingestion with paracetamol intoxication is due to phosphaturia compared with 2-4 days for the liver damage [3] . The rather than intracellular redistribution. Here we report present case suggests that there is no significant time a case of severe hypophosphataemia in a patient with difference between the injury to both organs, although paracetamol intoxication, who was oliguric, which the liver recovers more quickly. argues strongly against renal phosphate loss as the Unfortunately, in the acute emergency plasma PTH underlying mechanism. and 1,25 (OH ) 2 D3 were not measured and urinary phosphate excretion was not determined, but it appears highly unlikely that in the presence of oliguria sufficient Case phosphate is excreted in the urine to explain the marked decrease in the serum phosphate level. The A 33-year-old woman was admitted to a community patient did not receive glucose infusions, beta-receptor hospital 24 h after ingestion of 25 g paracetamol in a agonists, or intravenous calcium, had no respiratory alkalosis and denied chronic alcohol abuse, which may Correspondence and offprint requests to: K.-U. Eckardt MD, all trigger hypophosphataemia [9] . She did not develop Department of Nephrology and Medical Intensive Care, Charité, muscle weakness or other symptoms possibly related Campus Virchow-Klinikum, Augustenburger Platz 1, D-13353 Berlin, Germany.
to hypophosphataemia and there was also no increase 
